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fed to pigs. As inclusion of fibrous ingredients in swine diets continues to increase, supplementation of 
carbohydrases, such as xylanase, is of interest. However, much progress is warranted to achieve 
consistent enzyme efficacy, including an improved understanding of the utilization and energetic 
contribution of xylanase hydrolysis product (i.e. xylooligosaccharides or monomeric xylose). This review 
examines reports on xylose absorption and metabolism in the pig and identifies gaps in this knowledge 
that are essential to understanding the value of carbohydrase hydrolysis products in the nutrition of the 
pig. Xylose research in pigs was first reported in 1954, with only sporadic contributions since. Therefore, 
this review also discusses relevant xylose research in other monogastric species, including humans. In 
both pigs and poultry, increasing purified D-xylose inclusion generally results in linear decreases in 
performance, efficiency, and diet digestibility. However, supplementation levels studied thus far have 
ranged from 5% to 40%, while theoretical xylose release due to xylanase supplementation would be less 
than 4%. More than 95% of ingested D-xylose disappears before the terminal ileum but mechanisms of 
absorption have yet to be fully elucidated. Some data support the hypothesis that mechanisms exist to 
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to diets supplemented with xylose or xylanase. Overall, xylose appears to be poorly utilized by the pig, but 
it is important to consider that only one study has been reported which supplemented D-xylose dietary 
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Xylose: absorption, fermentation, and post-
absorptive metabolism in the pig
Nichole F. Huntley1 and John F. Patience2*
Abstract
Xylose, as β-1,4-linked xylan, makes up much of the hemicellulose in cell walls of cereal carbohydrates fed to pigs. As
inclusion of fibrous ingredients in swine diets continues to increase, supplementation of carbohydrases, such as xylanase,
is of interest. However, much progress is warranted to achieve consistent enzyme efficacy, including an improved
understanding of the utilization and energetic contribution of xylanase hydrolysis product (i.e. xylooligosaccharides or
monomeric xylose). This review examines reports on xylose absorption and metabolism in the pig and identifies gaps in
this knowledge that are essential to understanding the value of carbohydrase hydrolysis products in the nutrition of the
pig. Xylose research in pigs was first reported in 1954, with only sporadic contributions since. Therefore, this review also
discusses relevant xylose research in other monogastric species, including humans. In both pigs and poultry, increasing
purified D-xylose inclusion generally results in linear decreases in performance, efficiency, and diet digestibility. However,
supplementation levels studied thus far have ranged from 5% to 40%, while theoretical xylose release due to xylanase
supplementation would be less than 4%. More than 95% of ingested D-xylose disappears before the terminal ileum but
mechanisms of absorption have yet to be fully elucidated. Some data support the hypothesis that mechanisms exist to
handle low xylose concentrations but become overwhelmed as luminal concentrations increase. Very little is known
about xylose metabolic utilization in vertebrates but it is well recognized that a large proportion of dietary xylose appears
in the urine and significantly decreases the metabolizable energy available from the diet. Nevertheless, evidence of
labeled D-xylose-1-14C appearing as expired 14CO2 in both humans and guinea pigs suggests that there is potential,
although small, for xylose oxidation. It is yet to be determined if pigs develop increased xylose metabolic capacity with
increased adaptation time to diets supplemented with xylose or xylanase. Overall, xylose appears to be poorly utilized
by the pig, but it is important to consider that only one study has been reported which supplemented D-xylose dietary
concentrations lower than 5%. Thus, more comprehensive studies testing xylose metabolic effects at dietary
concentrations more relevant to swine nutrition are warranted.
Keywords: Pentose utilization, Swine, Threitol, Xylose absorption, Xylose metabolism
Background
Xylose, as a major constituent of plant xylan polymers,
is one of the most abundant carbohydrates on the earth,
second only to glucose [1, 2]. This abundant pentose
sugar, along with arabinose, makes up a majority of the
hemicellulose backbone as arabinoxylan in the cell walls
of cereal grains fed to pigs [3]. Cereal arabinoxylans (also
known as pentosans) are composed of a linear β-1,4-
linked xylose backbone which may be substituted at the
2’-OH and/or 3’-OH, generally with single arabinose
residues (Fig. 1) [1]. In contrast to α-linked starch, which
is hydrolyzed to glucose by endogenous enzymes, β-
linkages in arabinoxylan and other non-starch polysac-
charides (NSP) must be degraded by microbial enzymes.
Thus, pigs cannot derive energy directly from arabinoxy-
lans. The antinutritional effects of arabinoxylans and
other NSP have been previously reviewed [4–6].
Generally, increasing dietary fiber concentration reduces
diet energy density and dry matter (DM) digestibility
resulting in impaired feed efficiency and growth perform-
ance. Exogenous carbohydrases, such as xylanase, have
been developed and utilized to combat these effects.
Assessment of enzyme efficacy is commonly based on
animal growth, nutrient utilization, feed efficiency, and
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carcass quality; responses to carbohydrase supplementa-
tion are often quite variable [7, 8]. The large proportion of
arabinoxylan in the hemicellulose fraction of cereal grains
and coproducts makes xylanase supplementation of great
interest in swine nutrition [9, 10]. While greater progress
is needed to achieve consistent enzyme efficacy, it is yet to
be determined how the products of xylanase hydrolysis
will be utilized by the pig and to what extent these prod-
ucts may contribute to overall energy balance.
Xylanase hydrolysis products have not been well-stu-
died in vivo, but an understanding of enzyme function
indicates that a mix of oligosaccharides, disaccharides,
and monomeric pentose sugars, such as xylose (Fig. 2),
may be released through the combined actions of xyla-
nases with various activities [11–13]. Complete arabi-
noxylan degradation to monosaccharides requires
multiple hemicellulases [14]. Typical growing pig diets
will contain 3 - 5% polymeric xylose which, if released as
free xylose, could significantly impact the nutrition of
growing pigs. Yet, the current understanding of xylose
metabolism and potential contribution to dietary energy
is vague at best. This review examines published, peer-
reviewed research on xylose absorption and metabolism
in the pig and identifies gaps in this knowledge that are
essential to understanding the value of carbohydrase hy-
drolysis products for swine nutrition. Xylose research in
pigs began with initial observations by Wise et al. [15] in
1954 and has been far and few between ever since.
Therefore, this review will also discuss relevant xylose
absorption, metabolism, and fermentation research in
other monogastric species, including humans. Further-
more, xylose effects on glucose and energy balance in
monogastric animals are considered.
Effects of xylose on animal performance
In both pigs and poultry, increasing the dietary inclusion
of D-xylose generally results in a linear decrease in aver-
age daily gain (ADG), feed intake, feed efficiency, and
excreta DM content [15–19]. Linear decreases in the
apparent total tract digestibility of DM, energy, and ni-
trogen were reported in broilers consuming dietary D-
xylose concentrations of 0%, 5%, and 15% [19]. Excep-
tions exist in poultry with Longstaff et al. [20] who re-
ported no significant differences at 5% or 20% dietary D-
xylose inclusion and in pigs where ADG was not re-
duced when a basal diet was supplemented with 10% D-
xylose compared to 5% D-glucose [21]. However, xylose
generally imparts negative performance responses that,
in some cases, have been severe. Two-week-old pigs fed
purified diets containing 18.7% or 37.4% D-xylose had
drastically decreased feed intake and ADG compared to
pigs fed 37.4% D-glucose [15]. The authors also noted
decreased physical activity in xylose-fed pigs along with
vomiting, diarrhea, cataract formation, and nephritis in
pigs fed the highest xylose diet [15].
Importantly, these drastic xylose effects on animal per-
formance are only observed when purified D-xylose is sup-
plemented, not with xylanase supplementation [22–24].
This distinction could be explained if exogenous xylanase
releases only small quantities of monomeric xylose in vivo,
as compared to the levels fed in the above-mentioned
studies. Based on the NSP composition of fibrous ingredi-
ents fed to growing pigs, most diets rarely contain more
than 5% xylose [3, 9, 10, 25], regardless of the degree of
polymerization. Furthermore, only a small proportion of
the polymeric xylose would likely be hydrolyzed to its
monomeric components [26]. Even if 100% of the xylose
molecules are liberated through exogenous enzyme
Fig. 1 β-1,4-linked D-arabinoxylan. α-1,3 L-arabinose residues are linked on position 3O, or 2O and 3O if di-substituted, of D-xylose unit. Ferulic acid
is linked on position 5O from arabinose
Fig. 2 D-xylose
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supplementation, this level is unlikely to compromise pig
health. However, the minimum level of xylose required to
impact pig health has not yet been defined empirically.
Xylose absorption and disappearance
In pigs, xylose has a high disappearance rate in the small
intestine, ranging from 96 to 99% when supplemented as
purified D-xylose [17, 21, 27, 28]. Similarly, xylose
disappearance in poultry is very high (93.5 – 97.8%) when
supplemented at 5% of diet DM; the rate of disappearance
from the gut declined as the quantity of xylose in the diet
increased: 91.9% at 20% and 87.3% at 40% dietary D-
xylose [17, 20]. Although it is possible that a portion of
the xylose disappearance is due to microbial fermentation
in the small intestine, there is empirical evidence that
xylose is also readily absorbed in the duodenum and prox-
imal jejunum in rats [29, 30]. This is assumed to be similar
in pigs and poultry based on disappearance prior to the
cecum [27, 28, 31, 32]. However, xylose mucosal transport
throughout the entire digestive tract, including the colon,
has been described [31]. Providing purified D-xylose in
the diet at high levels (> 20%), also decreases ileal digest-
ibility of DM, organic matter, gross energy and nitrogen in
pigs [21, 27].
Mechanisms of xylose absorption have yet to be fully
characterized in pigs and poultry. Passive diffusion was
initially reported [33], but most research indicates the
existence of a sodium-dependent active transport sys-
tem similar to that described for glucose and amino
acids [27, 31, 32, 34]. D-xylose in rat diets induced
expression of sodium-linked glucose transporter mRNA
[35] suggesting at least some xylose is carried by this
transporter and that competitive binding with glucose
may occur. [34]. Xylose did not affect mRNA abundance
of either GLUT2 or GLUT5 [35]. An active transport
mechanism is further supported by data from equine and
rabbit jejunal tissue which accumulated xylose against a
concentration gradient when incubated in a 1-mmol/L D-
xylose solution [36]. However, when the tissues were incu-
bated in a 5-mmol/L D-xylose solution, no accumulation
was reported.
Freeman’s data in horses and rabbits [36] suggest
that an active transport system may exist for xylose
although it has a low affinity and is easily saturated.
If this system does exist in swine, the proportion of
xylose which is actively transported is probably very
low. This hypothesis may relate to the considerably
slower rates of xylose absorption compared to glucose
[30]. Furthermore, because the transportation system
becomes saturated at low xylose concentrations, ab-
sorption would be expected to continue to occur
through diffusion given the high xylose disappearance
rate in the small intestine [36]. In humans, however,
xylose is absorbed by sodium-independent passive
diffusion [37, 38] and no inhibitory effects of glucose
have been observed [38].
Although precise mechanisms of xylose absorption
and retention have not been reported for pigs and
poultry, based on data in other species, it is clear that
xylose is readily absorbed but at a slower rate than gal-
actose and glucose and faster than arabinose [16, 30, 39].
Like most other water-soluble monosaccharides, xylose
is then probably transported from the serosal side of the
enterocyte to systemic circulation via the portal vein to
the liver [40]. However, transporters potentially involved
in this transfer have not been described. Once xylose is
absorbed into the enterocyte it must be retained. Unlike
glucose, reports on xylose phosphorylation are variable
and the retention mechanism is unclear. Mucosal ho-
mogenates from rats did not demonstrate the ability to
phosphorylate xylose [41]. In contrast, 13 and 36% of
the xylose accumulated in jejunal tissues during D-
xylose incubation was phosphorylated in the equine and
rabbit tissues, respectively [36]; xylose phosphorylation
following active absorption has also been reported [42].
While absorption mechanisms of xylose may not be
fully revealed, its ability to decrease glucose absorption
has been more clearly demonstrated. Currently, xylose is
of interest in human nutrition as a supplement to sup-
press postprandial glucose and insulin surges. Xylose has
been reported to selectively inhibit sucrase activity in a
non-competitive manner [43]. When consumed with a
glucose solution or high carbohydrate meal, xylose
decreased serum glucose levels up to 30 min post-
consumption in one study in humans [44] and up to
120 min in another [45]. Additionally, xylose supple-
mentation decreased insulin area under the curve for up
to 90 min compared to a pure glucose solution or high
carbohydrate meal [44, 45].
Suppression of the glycemic effect may occur in part
through sucrase inhibition as well as through stimula-
tion of glucagon like peptide-1 (GLP-1) secretion. In
humans with type 2 diabetes consumption of a 50-g D-
xylose solution 40 min prior to a high carbohydrate meal
attenuated the postprandial glycemic and insulin re-
sponses associated with GLP-1 secretion before the meal
[46]. The authors initially postulated that GLP-1 secre-
tion was stimulated in response to short chain fatty acids
(SCFA) produced through bacterial fermentation of xy-
lose, confirmed by an increase in hydrogen production
in breath samples [46]. However, GLP-1 concentrations
began to increase within 20 min of xylose ingestion, sug-
gesting that more direct metabolism of the pentose was
also involved [46].
Some researchers have speculated that xylose supple-
mentation would not exert similar effects in a high-fat
meal due to the typically lower glycemic response [45],
yet positive responses have been demonstrated. In obese
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mice fed high-fat diets, 5% and 10% D-xylose supple-
mentation attenuated fasting blood glucose concentra-
tion back to healthy control levels, compared to mice
fed a high-fat diet without xylose [47]. However, in
poultry, no effect of xylose supplementation on serum
glucose concentration was reported and the responses to
increasing dietary xylose concentration on serum insulin
were highly variable [19]. This discrepancy may be re-
lated to the tight regulation of circulating glucose con-
centrations in birds [48]. The effects of xylose on
glucose absorption and regulation must be considered
when determining how xylanase hydrolyzed monomers
impact overall energy balance in pigs.
Xylose fermentation
Results of most experiments with monomeric xylose
report almost complete disappearance prior to the ter-
minal ileum; furthermore, increasing dietary xylose in-
clusion has been reported to increase ileal SCFA flow
[27], cecal SCFA concentration [49], and cecal weight
[16], indicating some degree of microbial fermentation
of xylose in the small intestine. In humans, consumption
of a 50-g D-xylose solution was reported to increase
breath hydrogen production, a measure of bacterial
fermentation, within 40 min of consumption, and
continued increasing through at least 280 min post con-
sumption (the last time point sampled) compared to a
placebo control [46].
The importance of the microbiota to D-xylose dis-
appearance is verified by studies with germ-free or
antibiotic-treated mice and rats [50–53]. Conventional
rats had 87.8% total tract D-xylose disappearance
compared to 74.3% in germ-free rats, with all differences
occurring in the cecum and colon [51]. Studies with
wild-caught rock mice (Aethomys namaquensis) who
consume xylose containing nectar showed a 43% reduc-
tion in xylose metabolism following a heavy antibiotic
regimen to drastically reduce gut microbial populations
[52, 53]. The xylose-metabolizing gut bacteria were iden-
tified as an inducible population with higher numbers
present when xylose is present in the diet [52]. If a
xylose-metabolizing hindgut population is inducible in
pigs, it is possible that the extent to which xylose is fer-
mented may increase as pigs are adapted to diets with
higher free xylose concentrations.
Xylose oligomers hydrolyzed from arabinoxylans in
the small intestine by xylanase can be readily fermented
by microbial populations in the distal ileum, cecum, and
colon [27, 49, 54]. Xylose utilization was demonstrated
by pig cecal cultures which fermented xylose at the same
rate and curve of gas production as glucose fermentation
[49]. Xylose fermentation generally results in greater
acetate and butyrate proportions compared to glucose
fermentation [49, 54, 55]. These data indicate that the
ability of pig microbiota to utilize xylose is not limited.
Data in rock mice indicate the xylose-fermenting bacter-
ial population may be inducible with increased dietary
D-xylose concentration [52].
Xylose metabolism
Distinguishing the mechanism by which xylose disap-
pears from the small intestine, either by absorption of
the intact sugar or by microbial fermentation, is essential
for determining its value to the pig in terms of energy
metabolism. Very little is known about xylose metabolic
utilization in vertebrates but a large majority of dietary
supplemented D-xylose consistently appears in the urine
[15, 27, 29] and significantly decreases the metabolizable
energy (ME) available from the diet [20, 21, 28, 39]. For
most carbohydrates, fermentation is a less efficient
means of releasing dietary energy as compared with
direct absorption and oxidation; however, in the case of
xylose, it can be argued that fermentation may be more
efficient.
In all species, urinary xylose excretion increases as
dietary D-xylose inclusion increases [16, 21, 27, 39, 56].
Dietary D-xylose supplementation at 0.2% of DM re-
sulted in 35% being excreted in the urine [28], while
10% D-xylose inclusion resulted in 37 – 45% urinary
excretion [21, 27], and at 20% dietary D-xylose, 52.6%
was excreted in urine [27]. The finding that the propor-
tion of xylose excreted in the urine increases with higher
intake suggests there may be some type of threshold for
xylose metabolic capacity and that the energy potentially
derived from xylose metabolism may change with the
amount absorbed.
The detrimental effect of D-xylose on diet ME may be
due to more than increased urinary xylose excretion.
Verstegen et al. [21] compared ME values in pigs fed di-
ets with 10% D-xylose or 5% D-glucose. Metabolizable
energy was significantly lower in the xylose diets (2,819
vs. 2,924 kJ/d) and the difference was solely due to
greater energy excreted in the urine (308 kJ/d vs. 88 kJ/
d, for xylose and glucose, respectively). Surprisingly, the
extra urinary energy from the xylose diet was more than
could be accounted for by the presence of xylose alone.
Non-xylose energy in the urine was double that of the
control pigs [21]. Similarly, differences in urinary excre-
tion of xylose between pigs fed either 10% or 20% D-
xylose were not completely reflected in urinary excretion
of energy [27]. Urinary xylose metabolites, such as threi-
tol, were not measured in these experiments but may
have contributed to the energetic differences.
Heat production data determined through indirect cal-
orimetry helps to clarify when and how xylose may be
altering energy metabolism in the pig. Pigs dosed with
500 g of D-xylose had increased heat production and the
majority of xylose urine excretion was on the day of
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dosing, with only 2 - 6 g excreted on the following day
[28]. Yet, the increase in heat production persisted until
the third day after xylose dosing [28]. The authors pro-
posed that this reflected either delayed metabolism of
xylose or an increase in fermentation. These data pro-
vide further evidence of the pig’s capacity to convert
xylose into energy, although the efficiency may be
limited. The relative contribution of fermentation to the
energy balance remains unclear.
Clearly, xylose does not contribute to ME with the
same efficiency as glucose when provided as a purified
monomer at high dietary concentrations (5 - 40%). It
has yet to be determined if this effect holds for xylose
monomers hydrolyzed in vivo from arabinoxylans result-
ing from inclusion of xylanase and supporting enzymes
in the diet. The concentration of xylose released would
depend on dietary NSP composition and carbohydrase
efficiency, which is not frequently reported. Other than
quantifying its contribution to ME, experiments in pigs
have not examined further metabolic effects of increased
xylose absorption.
Few data are available regarding xylose metabolism in
pigs, but relevant studies in other monogastric species
help to clarify the potential metabolic impact of xylose.
Dietary xylose supplementation in rats has been shown
to increase blood glucose levels over time, but not liver
glycogen [57, 58]. Intravenous infusions of D-xylose so-
lutions (10 - 20 g over 10 min) in humans also increased
blood glucose concentrations and resulted in a drop in
serum inorganic phosphate concentration [56]. This re-
search seemed to indicate xylose conversion to glucose,
a phenomenon not supported by current research. How-
ever, if xylose can be oxidized to CO2 for energy produc-
tion or metabolized through the pentose phosphate
pathway, it is possible that glucose may be spared.
Xylose oxidation to CO2 has been demonstrated in
humans; infused D-xylose-1-14C appeared as expired
14CO2 in humans within 15 min [56]. Expired CO2 was
maximally labeled 45 min following the end of D-xylose-
1-14C infusion; the label was detectable for 6 h, and
cumulatively represented 15.5% of the administered label
[56]. This study was the first to demonstrate metabolism
of xylose carbon separate from microbial fermentation.
Similarly, guinea pigs have been shown to oxidize xy-
lose to CO2 [59]. Expired CO2 was maximally labeled
75 min after intraperitoneal injection of D-xylose-1-14C,
with total 14C recovery representing 11.3% of the
injected dose. About 50% of the xylose was excreted in
the urine with the vast majority appearing within 5 h
after injection [59]. Results from this thorough experi-
ment indicate the ability of multiple tissues to absorb
xylose. The distribution of 14C retained in tissues was
greatest in the muscle followed by spleen, pancreas, liver,
heart, and was lowest in the kidney. However, when
slices of the tissues were measured for the oxidation of
D-xylose-1-14C to 14CO2, the kidney was the most active
followed by the liver, pancreas, spleen, heart, diaphragm,
and lastly muscle [59]. Kidney tissue oxidized 164 times
more D-xylose-1-14C than muscle.
Furthermore, D-xylose-1-14C metabolism was com-
pared between control, intact animals and nephrecto-
mized guinea pigs [59]. Control animals oxidized 10.8%
of the injected dose to 14CO2 in 4 h with 41.3% excreted
in urine and 47.9% unrecovered. Nephrectomy increased
14CO2 excretion 2- to 3-fold with about 75% of the
injected dose unrecovered [59]. However, the capacity
may have been even greater considering that the kidneys
significantly contributed to xylose oxidation; therefore,
their removal may have reduced the overall capacity to
oxidize xylose. In sum, these results provide evidence for
xylose oxidation to CO2 in multiple tissues, with the
greatest capacity in the kidney. Some absorbed D-xylose
may be retained in tissues throughout the body for lon-
ger than 6 h, and the capacity for greater xylose oxida-
tion to CO2 exists if no other means of excretion are
available [59].
These data provide convincing evidence that multiple
species are capable of metabolizing at least some
absorbed xylose to CO2 [56, 59]. Evidence thus far seems
to point to critical roles of the liver and kidneys. Severe
liver dysfunction had little impact in human xylose
absorption tests, indicating that hepatic tissue is not
significantly involved [29]. Furthermore, xylose supple-
mentation to fasted rats did not increase liver glycogen
concentration compared to fasted controls [60], indicat-
ing that the liver cannot metabolize xylose to glucose for
storage as glycogen.
Current understanding of metabolic pathways in pigs
and other monogastric animals support two possible
routes for D-xylose metabolism. The first is oxidation by
D-xylose dehydrogenase (EC 1.1.1.175) to D-xylonic acid
(Fig. 3) via a D-xylonolactone intermediate. D-xylose de-
hydrogenase has been identified and purified in pig liver
[61] as well as in monkey kidney, dog liver, and rabbit
lens [61, 62]. In vitro data from guinea pigs supports the
presence of pentose dehydrogenase activity in liver
Fig. 3 D-xylonic acid
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extracts which is separate and distinct from dehydroge-
nases for glucose [59]. In liver extracts, D-xylose-1-14C
was oxidized to D-xylonic acid-1-14C and D-xylonic
acid-1-14C injected in vivo was also oxidized to 14CO2
[59]. These data support that xylose oxidation to CO2
can involve conversion to xylonic acid and subsequent
decarboxylation [59, 61, 62].
A second potential pathway is the reduction of D-
xylose by aldose reductase (EC 1.1.1.21) to D-xylitol
(Fig. 4) which is then converted to D-xylulose and can
be metabolized through the pentose phosphate pathway.
Aldose reductase exhibits broad substrate specificity, in-
cluding D-xylose and a variety of sugars [63]; expression
of aldose reductase genes has been measured in pig lens
[64], spleen, lung, ovary, adrenal, endometrium, kidney,
and liver tissues [64, 65]. Xylose metabolism through ei-
ther of these two potential pathways is possible; however,
efficiency of the reactions depends on the distribution,
abundance, and activity of D-xylose dehydrogenase and
aldose reductase in pig tissues, something which has not
yet been fully described.
Xylose can also be metabolized to threitol, a urinary
metabolite (Fig. 5). It has been measured in urine follow-
ing D-xylose consumption by humans [66] and pigs [21];
human data seem to indicate a role for the liver. In
healthy patients dosed with D-xylose, 15% of the xylose
excreted in the urine was actually recovered as D-
threitol within 5 h post-dosing; this proportion increased
when the collection time was extended to 24 h [66].
Delayed excretion is not observed with xylose measured
in the urine and seems to indicate a delayed conversion
to and excretion of threitol. Threitol excretion was de-
creased in patients with cirrhotic liver disease which in-
dicates a substantial portion of the xylose to threitol
conversion may occur in the liver [66]. Furthermore,
similar amounts of urinary threitol were noted after both
intravenous and oral administration of xylose, support-
ing the hypothesis that the conversion is occurring in
the liver as opposed to the intestines [66].
Although specific pathways of xylose metabolism have
not yet been clarified, results from more recent studies
provide information on the effects of xylose supplementa-
tion on metabolism of other nutrients and overall physi-
ology. Hepatic expression of enzymes and transcription
factors involved in glucose and lipid metabolism was mea-
sured in broiler chickens fed diets containing 0%, 5%, or
15% D-xylose [19]. The expression of phosphoenol pyru-
vate carboxykinase (PEPCK), a key enzyme in gluconeogen-
esis, did not appear to be affected by xylose
supplementation at any time point up to 300 min post in-
gestion [19]. However, in poultry, the kidney is the major
organ for gluconeogenesis [48] and treatment differences
may have been observed if kidney samples had been ana-
lyzed for this enzyme instead. In the fasted state, hepatic
pyruvate carboxylase was linearly increased by xylose [19].
Because pyruvate carboxylase is a rate limiting enzyme for
hepatic gluconeogenesis which is active when glycogen
stores are depleted, such as occurs in starvation, this result
corroborates reports that xylose depletes hepatic glycogen
stores in poultry [18, 39].
Understanding the effect of xylose on glucose metab-
olism is integral to understanding its contribution to
overall energy metabolism. Potential effects must be
gleaned from studies on other monogastric species as no
data are available in pigs. Rats have been used as a
model to evaluate potential xylose anti-diabetic effects;
in one study, they were fed meals containing 5% or 10%
D-xylose for 14 d [67]. In agreement with the attenuated
glycemic effects discussed earlier, xylose supplementation
decreased fasting blood glucose in a dose-dependent man-
ner and decreased hepatic glycogen concentrations [67].
In contrast to the data in poultry, hepatic PEPCK protein
levels were reduced in xylose supplemented rats indicating
lower rates of gluconeogenesis. In vitro, xylose also in-
creased insulin secretion from pancreatic β-cells [67].
These data indicate xylose is unlikely to contribute
substantially to overall energy balance in pigs; in high
enough concentrations, xylose may affect postprandial
glucose metabolism [19, 67].
Xylose supplementation may also affect lipid metabol-
ism. D-xylose supplementation at 5% and 10% of a high-
fat diet reduced weight gain, improved serum lipid pro-
files and reduced hepatic lipid accumulation in obese
Fig. 4 D-xylitol
Fig. 5 D-threitol
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mice [47]. These effects appeared to be influenced by
changes in the expression of genes that mediate adipo-
cyte differentiation, lipogenesis, and β-oxidation of fatty
acids in adipose tissues. Xylose supplementation was as-
sociated with lower mRNA levels of sterol regulatory
element-binding protein 1C, fatty acid synthase, adipo-
cyte marker, and CCAAT/enhancer-binding protein-α in
visceral adipose tissue of mice [47]. In the liver, xylose
supplementation decreased protein levels of fatty acid
synthase and peroxisome proliferator-activated receptor-
γ by at least 40% compared to the high-fat diet control
group [47]. These results indicate that xylose supple-
mentation may suppress lipogenesis, and may give
insight into mechanisms through which dietary xylose
levels greater than 5% reduce ADG in pigs and poultry.
In the muscle, xylose may not be metabolized directly
or efficiently for energy [59], but it does appear to at
least be transported into the muscle cell [59]; and this
transportation is increased in the presence of insulin
[68]. Additionally, xylose may influence myocyte glucose
transport. High levels of xylose were found to upregulate
the glucose transport system [69] and generally increase
glucose uptake by mouse myotubes [67]. Gruzman et al.
[69] reported that xylose did not utilize glucose trans-
porters to enter myotubes but suggested the presence of
a highly specific pentose transport system in skeletal
muscles. These data corroborate earlier reports of xylose
retention in muscle [59], yet the transport mechanism
and eventual metabolic fate remain unclear.
While the ambiguity surrounding xylose metabolism is
frustrating from a nutritional perspective, it is not sur-
prising from an evolutionary perspective. Monogastric
animals do not have endogenous enzymes capable of
degrading xylan to release monomeric xylose for absorp-
tion in the small intestine; consequently, there was little
need to develop efficient mechanisms for xylose metab-
olism. Furthermore, xylose is a rare carbohydrate in
mammalian cells and so far is only found as a link be-
tween the protein and glycosaminoglycan chains of some
proteoglycans and in the Notch receptor [1]. The Notch
receptor is part of a highly conserved core signaling
pathway required for various cell fate decisions at mul-
tiple stages of development [70]. However, UDP-xylose,
the activated precursor for xylose involvement in these
structures, is synthesized from UDP-glucose and is not
derived from dietary xylose sources [1]. As a result, the
absence of an efficient or well-conserved pathway for
xylose metabolism comes as no surprise because there
has been no need. In practical terms, it also means that
biochemists are not likely to find consistent mechanisms
of xylose metabolism across species. Nor would nutri-
tionists be highly motivated to evaluate the specific ef-
fects of xylose supplementation or xylose release from
enzyme hydrolysis. One consistency regarding xylose
metabolism, however, is the ability of intestinal micro-
biota to ferment xylose and arabinoxylan. Given the inef-
ficiency of xylose metabolism when absorbed intact by
enterocytes, a critical comparison with the energy de-
rived from xylose fermentation is necessary to determine
the most energetically efficient use of dietary xylose.
Conclusions
Xylose appears to be poorly utilized by monogastric
animals, but xylose metabolism to CO2 is possible. In-
creased dietary concentrations of D-xylose linearly
decreases ADG, feed intake, and feed efficiency in pigs.
Even though xylose disappears almost completely from
the small intestine, a high proportion of what is absorbed
is excreted in the urine (35 – 50%), either as xylose or as a
metabolite. Of the portion retained in the body, only a
small percentage is fully oxidized to CO2. This indicates
that xylose is unlikely to contribute in any significant
manner to energy balance in the pig through oxidative
pathways. Its energetic contribution through fermentation
may be less efficient, but quantitatively more important.
However, this hypothesis has yet to be tested. More specif-
ically, xylose has been reported to inhibit sucrase activity
leading to decreased post-prandial blood glucose and in-
sulin levels; further, xylose decreases the expression of
genes involved in lipogenesis. Combined, these effects are
beneficial to humans, especially for those with diabetes,
but are negative in growing pigs.
It is important to consider that only one study has been
reported using dietary concentrations of D-xylose below
5% in pigs [28]. It has yet to be determined if dietary con-
centrations more relevant to swine nutrition (i.e. 1 - 4%
xylose) would exert similar effects. It must also be
determined if pigs develop increased capacity for xylose
metabolism as adaptation time to diets supplemented with
xylose or xylanase increases. Data regarding xylose ab-
sorption support the hypothesis that mechanisms exist to
handle low concentrations of xylose, but those mecha-
nisms may be easily overwhelmed as luminal concentra-
tions increase. It is possible that these mechanisms may
be up-regulated as the pig adapts to higher luminal xylose
concentrations. Furthermore, the effects of xylose on ni-
trogen balance and muscle metabolism have yet to be
evaluated. Lastly, there is a need for a more comprehen-
sive understanding of the action and hydrolysis products
of exogenous xylanase in vivo, an understanding of how
pig tissues metabolize hydrolyzed xylose monomers, and
clarity on the contribution of microbial xylose fermenta-
tion to dietary xylose absorption and the energy value of
xylanase supplemented diets.
Abbreviations
ADG: Average daily gain; DM: Dry matter; GLP-1: Glucagon like peptide-1;
ME: Metabolizable energy; NSP: Non-starch polysaccharide;
PEPCK: Phosphoenol pyruvate carboxykinase; SCFA: Short chain fatty acids
Huntley and Patience Journal of Animal Science and Biotechnology  (2018) 9:4 Page 7 of 9
Acknowledgements
The authors acknowledge Qingyun Li and Kristin Olsen for assistance with
editing the manuscript.
Funding
This work was supported in part by grants from Iowa Pork Producers
Association and Elanco Animal Health.
Availability of data and materials
Data sharing not applicable to this article as no datasets were generated or
analyzed in this review article.
Authors’ contributions
Both authors read and approved the final manuscript. NFH reviewed the
available literature and wrote the manuscript.





The authors declare that they have no competing interests.
Author details
1Department of Animal Science, 213 Kildee Hall, Iowa State University, Ames
50011, IA, USA. 2Department of Animal Science, 201B Kildee Hall, Iowa State
University, Ames 50011, IA, USA.
Received: 22 June 2017 Accepted: 19 December 2017
References
1. Thorsheim K, Siegbahn A, Johnsson RE, Stålbrand H, Manner S, Widmalm G,
et al. Chemistry of xylopyranosides. Carbohydr Res. 2015;418:65–88.
2. Broekaert WF, Courtin CM, Verbeke K, Van de Wiele T, Verstraete W, Delcour
JA. Prebiotic and other health-related effects of cereal-derived
arabinoxylans, arabinoxylan-oligosaccharides, and xylooligosaccharides. Crit
Rev Food Sci Nutr. 2011;51:178–94.
3. Bach Knudsen KE. Carbohydrate and lignin contents of plant materials used
in animal feeding. Anim Feed Sci Technol. 1997;67:319–38.
4. Annison G, Choct M. Anti-nutritive activities of cereal non-starch
polysaccharides in broiler diets and strategies minimizing their effects.
Worlds Poult Sci J. 1991;47:232–42.
5. Bach Knudsen KE. Effects of polymeric carbohydrates on growth and
development in pigs. J Anim Sci. 2011;89:1965–80.
6. Halas V, Babinszky L. Role of dietary polysaccharides in monogastric farm
animal nutrition. In: Benkeblia N, editor. Polysaccharides: natural fibers in
food and nutrition. Boca Raton, FL: CRC Press; 2014. p. 429–75.
7. Adeola O, Cowieson AJ. Opportunities and challenges in using exogenous enzymes
to improve nonruminant animal production. J Anim Sci. 2011;89:3189–218.
8. Kiarie E, Walsh MC, Nyachoti CM. Performance, digestive function, and mucosal
responses to selected feed additives for pigs. J Anim Sci. 2016;94:169.
9. Jaworski NW, Lærke HN, Bach Knudsen KE, Stein HH. Carbohydrate
composition and in vitro digestibility of dry matter and nonstarch
polysaccharides in corn, sorghum, and wheat and coproducts from these
grains. J Anim Sci. 2015;93:1103–13.
10. Gutierrez NA, Serão NVL, Kerr BJ, Zijlstra RT, Patience JF. Relationships
among dietary fiber components and the digestibility of energy, dietary
fiber, and amino acids and energy content of nine corn coproducts fed to
growing pigs. J Anim Sci. 2014;92:4505–17.
11. Paloheimo M, Piironen J, Vehmaanpera J. Xylanases and cellulases as feed
additives. In: Bedford M, Partridge G, editors. Enzymes in farm animal
nutrition 2nd ed. Wallingford, Oxfordshire: CABI; 2010: 12–53.
12. Biely P, Vrsanka M, Kucar S. Identification and mode of action of endo-(1-4)-
β-xylanases. In: Visser J, Beldman G, Kusters-van Someren MA, Voragen AGJ,
editors. Xylans and Xylanases (progress in biotechnology). 7th ed.
Amsterdam, The Netherlands: Elsevier; 1992. p. 81–94.
13. Coughlan MP. Towards an understanding of the mechanism of action of main
chain-hydrolyzing xylanases. In: Visser J, Beldman G, Kusters-van Someren MA,
Voragen AGJ, editors. Xylans and Xylanases (progress in biotechnology). 7th
ed. Amsterdam, The Netherlands: Elsevier; 1992. p. 111–40.
14. Shallom D, Shoham Y. Microbial hemicellulases. Curr Opin Microbiol. 2003;6:
219–28.
15. Wise MB, Barrick ER, Wise GH, Osborne JC. Effects of substituting xylose for
glucose in a purified diet for pigs. J Anim Sci. 1954;13:365–74.
16. Schutte JB. Nutritional implications and metabolizable energy value of D-
xylose and L-arabinose in chicks. Poult Sci. 1990;69:1724–30.
17. Schutte JB, van Leeuwen P, Lichtendonk WJ. Ileal digestibility and urinary
excretion of D-xylose and L-arabinose in ileostomized adult roosters. Poult
Sci. 1991;70:884–91.
18. Peng YL, Guo YM, Yuan JM. Effects of feeding xylose on the growth of
broilers and nutrient digestibility as well as absorption of xylose in the
portal-drained viscera. Asian-Australas J Anim Sci. 2004;17:1123–30.
19. Regassa A, Kiarie E, Sands JS, Walsh MC, Kim WK, Nyachoti CM. Nutritional
and metabolic implications of replacing cornstarch with D-xylose in broiler
chickens fed corn and soybean meal-based diet. Poult Sci. 2017;96:388–96.
20. Longstaff MA, Knox A, McNab JM. Digestibility of pentose sugars and uronic
acids and their effect on chick weight gain and caecal size. Br Poult Sci.
1988;29:379–93.
21. Verstegen MWA, Schutte JB, Hel WVD, Polziehn R, Schrama JW, Sutton AL.
Dietary xylose as an energy source for young pigs. J Anim Physiol Anim
Nutr. 1997;77:180–8.
22. Diebold G, Mosenthin R, Piepho HP, Sauer WC. Effect of supplementation of
xylanase and phospholipase to a wheat-based diet for weanling pigs on
nutrient digestibility and concentrations of microbial metabolites in ileal
digesta and feces. J Anim Sci. 2004;82:2647–56.
23. Nortey TN, Patience JF, Sands JS, Trottier NL, Zijlstra RT. Effects of xylanase
supplementation on the apparent digestibility and digestible content of
energy, amino acids, phosphorus, and calcium in wheat and wheat by-
products from dry milling fed to grower pigs. J Anim Sci. 2008;86:3450–64.
24. Pedersen MB, Yu S, Arent S, Dalsgaard S, Bach Knudsen KE, Lærke HN.
Xylanase increased the ileal digestibility of nonstarch polysaccharides and
concentration of low molecular weight nondigestible carbohydrates in pigs
fed high levels of wheat distillers dried grains with solubles. J Anim Sci.
2015;93:2885–93.
25. Pedersen MB, Dalsgaard S, Bach Knudsen KE, Yu S, Lærke HN. Compositional
profile and variation of distillers dried grains with solubles from various
origins with focus on non-starch polysaccharides. Anim Feed Sci Technol.
2014;197:130–41.
26. Lærke HN, Arent S, Dalsgaard S, Bach Knudsen KE. Effect of xylanases on
ileal viscosity, intestinal fiber modification, and apparent ileal fiber and
nutrient digestibility of rye and wheat in growing pigs. J Anim Sci. 2015;93:
4323–35.
27. Schutte JB, de Jong J, Polziehn R, Verstegen MW. Nutritional implications of
D-xylose in pigs. Br J Nutr. 1991;66:83–93.
28. Yule MA, Fuller MF. The utilization of orally administered D-xylose, L-arabinose
and D-galacturonic acid in the pig. Int J Food Sci Nutr. 1992;43:31–40.
29. Fowler D, Cooke WT. Diagnostic significance of D-xylose excretion test. Gut.
1960;1:67–70.
30. Csaky TZ, Ho PM. Intestinal transport of D-xylose. Exp Biol Med. 1965;120:
403–8.
31. Demetrakopoulos G, Amos H. Xylose and xylitol. Metabolism, physiology
and nutritional value. World Rev Nutr Diet. 1978;32:96–122.
32. Alvarado F. D-Xylose transport in the chicken small intestine. Comp
Biochem Physiol. 1967;20:461–70.
33. Korelitz B, Janowitz H. The physiology of intestinal absorption. J Mt Sinai
Hosp New York. 1957;24:181–205.
34. Csaky T, Lassen U. Active intestinal transport of D-xylose. Biochim Biophys
Acta. 1964;82:215–7.
35. Miyamoto K, Hase K, Takagi T, Fujii T, Taketani Y, Minami H, et al. Differential
responses of intestinal glucose transporter mRNA transcripts to levels of
dietary sugars. Biochem J. 1993;295:211–5.
36. Freeman DE. In vitro concentration accumulation of D-xylose by jejunum
from horses and rabbits. Am J Vet Res. 1993;54:965–9.
37. Rolston DDK, Mathan VI. Xylose transport in the human jejunum. Dig Dis
Sci. 1989;34:553–8.
38. Ohkohchi N, Himukai M, Igarashi Y, Kasai M. Mechanisms of D-xylose transport
in human small intestine. J Pediatr Gastroenterol Nutr. 1986;5:372–8.
39. Wagh PV, Waibel PE. Metabolizability and nutritional implications L-
arabinose and D-xylose for chicks. J Nutr. 1966;90:207–11.
Huntley and Patience Journal of Animal Science and Biotechnology  (2018) 9:4 Page 8 of 9
40. Christiansen PA, Kirsner JB, Ablaza J. D-xylose and its use in the diagnosis of
malabsorptive states. Am J Med. 1959;27:443–53.
41. Sols A. The hexokinase activity of the intestinal mucosa. Biochim Biophys
Acta. 1956;19:144–52.
42. Hele MP. The phosphorylation and absorption of sugars in the rat. Biochem
J. 1953;55:864–7.
43. Asano T, Yoshimura Y, Kunugita K. Sucrase inhibitory activity of D-xylose
and effect on the elevation of blood glucose in rats. J Japan Soc Nutr Food
Sci. 1996;49:157–62.
44. Jun YJ, Lee J, Hwang S, Kwak JH, Ahn HY, Bak YK, et al. Beneficial effect of
xylose consumption on postprandial hyperglycemia in Koreans: a double-
blind crossover designed study. Trials. 2016;17:139.
45. Bae YJ, Bak Y-K, Kim B, Kim M-S, Lee J-H, Sung M-K. Coconut-derived D-
xylose affects postprandial glucose and insulin responses in healthy
individuals. Nutr Res Pract. 2011;5:533–9.
46. Wu T, Bound MJ, Zhao BR, Stanfield SD, Bellon M, Jones KL, et al. Effects of
a D-xylose preload with or without sitagliptin on gastric emptying,
glucagon-like peptide-1, and postprandial glycemia in type 2 diabetes.
Diabetes Care. 2013;36:1913–8.
47. Lim E, Lim JY, Shin J-HH, Seok PR, Jung S, Yoo S-HH, et al. D-Xylose
suppresses adipogenesis and regulates lipid metabolism genes in high-fat
diet-induced obese mice. Nutr Res. 2015;35:626–36.
48. Scanes CG. Perspectives on the endocrinology of poultry growth and
metabolism. Gen Comp Endocrinol. 2009;163:24–32.
49. Kiriyama H, Hariu Y, Sakata T. Comparison of in vitro productivities of short-
chain fatty acids and gases from aldoses and the corresponding alcohols by
pig cecal bacteria. J Nutr Biochem. 1992;3:447–51.
50. Heneghan JB. Influence of microbial flora on xylose absorption in rats and
mice. Am J Phys. 1963;205:417–20.
51. Tennant B, Reina-Guerra M, Harrold D. Intestinal absorption of D-xylose by
germfree rats. Experientia. 1970;26:1215–6.
52. Johnson SA, Nicolson SW, Jackson S. Nectar xylose metabolism in a rodent
pollinator (Aethomys namaquensis): defining the role of gastrointestinal
microflora using 14C-labeled xylose. Physiol Biochem Zool. 2006;79:159–68.
53. Jackson S, Nicolson SW. Xylose as a nectar sugar: from biochemistry to
ecology. Comp Biochem Physiol Part B. 2002;131:613–20.
54. Bach Knudsen KE, Lærke HN. Rye arabinoxylans: molecular structure,
physicochemical properties and physiological effects in the gastrointestinal
tract. Cereal Chem. 2010;87:315–30.
55. Johnson SA, Jackson S, Abratt VR, Wolfaardt GM, Cordero-Otero R, Nicolson
SW. Xylose utilization and short-chain fatty acid production by selected
components of the intestinal microflora of a rodent pollinator (Aethomys
namaquensis). J Comp Physiol B. 2006;176:631–41.
56. Wyngaarden JB, Segal S, Foley JB. Physiological disposition and metabolic
fate of infused pentoses in man. J Clin Invest. 1957;36:1395–407.
57. Blatherwick NR, Bradshaw PJ, Cullimore OS, Ewing ME, Larson HW, Sawyer
SD. The metabolism of D-xylose. J Biol Chem. 1936;113:405.
58. Darby WJ, Day PJ. Blood sugar levels in rats receiving the cataractogenic
sugars gaiactose and xylose. J Biol Chem. 1940;133:503.
59. Weser E, Laster L. Metabolism of D-xylose and D-xylonic acid in vivo and in
vitro by the guinea pig. Biochem Med. 1968;2:53–69.
60. Miller MM, Lewis HB. Xylose Metabolism. J Biol Chem. 1930;448:1930–1.
61. Aoki S, Ishikura S, Asada Y, Usami N, Hara A. Identity of dimeric dihydrodiol
dehydrogenase as NADP+−dependent D-xylose dehydrogenase in pig liver.
Chem Biol Interact. 2001;132:775–84.
62. Arimitsu E, Aoki S, Ishikura S, Nakanishi K, Matsuura K, Hara A. Cloning and
sequencing of the cDNA species for mammalian dimeric dihydrodiol
dehydrogenases. Biochem J. 1999;342:721–8.
63. Sato S, Kador PF. Human kidney aldose and aldehyde reductases. J Diabetes
Complicat. 1993;7:179–87.
64. Markus HB, Raducha M, Harris H. Tissue distribution of mammalian aldose
reductase and related enzymes. Biochem Med. 1983;29:31–45.
65. Nonneman DJ, Wise TH, Ford JJ, Kuehn LA, Rohrer GA. Characterization of
the aldo-keto reductase 1C gene cluster on pig chromosome 10: possible
associations with reproductive traits. BMC Vet Res. 2006;2:28.
66. Pitkänen E. The conversion of D-xylose into D-threitol in patients without liver
disease and in patients with portal liver cirrhosis. Clin Chim Acta. 1977;80:49–54.
67. Kim E, Kim YS, Kim KM, Jung S, Yoo SH, Kim Y. D-xylose as a sugar complement
regulates blood glucose levels by suppressing phosphoenolpyruvate carboxylase
(PEPCK) in streptozotocin-nicotinamide-induced diabetic rats and by enhancing
glucose uptake in vitro. Nutr Res Pract. 2016;10:11–8.
68. Garlin H, Hechter O. Effects of insulin on the permeability of D- and L-xylose
and D- and L-arabinose in rat diaphragm muscle. J Gen Physiol. 1961;45:
309–16.
69. Gruzman A, Shamni O, Ben Yakir M, Sandovski D, Elgart A, Alpert E, et al.
Novel D-xylose derivatives stimulate muscle glucose uptake by activating
AMP-activated protein kinase alpha. J Med Chem. 2008;51:8096–108.
70. Chillakuri CR, Sheppard D, Lea SM, Handford PA. Notch receptor-ligand
binding and activation: insights from molecular studies. Semin Cell Dev Biol.
2012;23:421–8.
•  We accept pre-submission inquiries 
•  Our selector tool helps you to find the most relevant journal
•  We provide round the clock customer support 
•  Convenient online submission
•  Thorough peer review
•  Inclusion in PubMed and all major indexing services 
•  Maximum visibility for your research
Submit your manuscript at
www.biomedcentral.com/submit
Submit your next manuscript to BioMed Central 
and we will help you at every step:
Huntley and Patience Journal of Animal Science and Biotechnology  (2018) 9:4 Page 9 of 9
